MITRAL INSUFFICIENCY usually results from the distortion or loss of substance of the mitral leaflets associated with chronic rheumatic heart disease. Mitral insufficiency from rupture of chordae tendineae is different because the leaflets themselves may be normal. Insufficiency is due to partial loss of the valve-restraining mechanism causing regurgitation during ventricular systole. The pathologic findings in this condition have been reviewed in recent reports. 1 2 The role of infection in the development of the disorder is not clear. 3 It is reported that healed subacute bacterial endocarditis, sometimes associated with antecedent rheumatic changes, may weaken the chordae tendineae and permit rupture. 4 Rheumatic endocarditis alone,5 crushing chest injuries with compression of the heart,6 and severe cardiac strain from exertion have been implicated. In some instances no definite cause has been found and spontaneous rupture must be considered. 7 Spontaneous disruption of the valvular supporting structure has been considered rare but more and more often it is being found as the only cause for mitral insufficienley. Pre We have observed a patient in whom spontaneous rupture of the chordae tendineae was diagnosed preoperatively and corrected sur-,gically.
Case Report Miss A.C., a 58-year-old school teacher, had considered herself healthy. Regular physical examinations for years had disclosed no heart murmurs. While walking home from school in a leisurely way on the afternoon of October 3, 1960, she experienced a vague, poorly defined ache in the anterior chest. She said it was "not a real pain," but it was unusual and she hesitated and considered sitting down on the curb. Instead, she walked on home and more or less forgot about it during her usual routine that evening. She retired at about 10 :30 p.m., feeling well, only to be awakened at about 1:30 a.m., October 4, 1960 , by severe dyspnea, cough and "rattling" in the chest and a fear that she "was going to die." She sat up in a chair the remainder of the night, calling her doctor early in the morning. He hospitalized her immediately.
The only positive physical findings were dyspnea, crepitant rales over the right lung and a grade-II, blowing systolic murmur loudest at the cardiac apex. The heart was not demonstrably enlarged and the rhythm was regular at 112 beats per minute. The blood pressure was 146/80 mm. Hg. The temperature was 101.0 F. The blood count, urinalysis, and electrocardiogram were normal. The chest x-ray ( fig. la) fig. 2) , was loudest at the apex. It was transmitted throughout the chest and into the neck. The blood pressure was 160/100 maim. Hg.
The chest x-ray ( fig. 3a) , made 2 days after diuresis had reduced her weight by eight pounds, revealed significant enlargement of the heart. The electrocardiogram was norinal except for digitalis effect. The routine blood and urine examinations were normal. The serum cholesterol was 242 mg. We were secuire in the diagnosis of mitral insufficiency an(d she was scheduled for operation with use of the heart-lung machine. The rigfht atrium was of inormal size. 
